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[ ZE]BW: BT HVATLH RN T 1 (heat shock transcription factor 1, HSF1) 7E £ 14 FF % 9% # X 2 [ (hepatitis B virus X pro-
tein , HBx )& JE T4 i g5 ( hepatocellular carcinoma, HCC) NREIT RS R EEEH , 58 HSF1 A5 HBx {23 HCC #F
JEMPEHIMLE . 753k il ad 4D Label—free & 8 2K 1 B 41 2% Fl Western blot Kl % BX HBx XF HSF1 235 /K - B9 B0 5 78 Huh7 il
MHCCO7H AT 20 il 25 vk 265X HBx, 15 ] RT-PCR . Western blot £l HBx % HSF1 mRNA . 75 14 5 /K 3 . HBx 45 [ 5 PR Y 5%
Wi 5 i FH TCGA B4 22 43 B HSF L AE HBV AHSCHE IR 20 28 b (1 3R 58 KO- B 5 I 20 0 4 0 R TS 06 R, Il T Westen
blot K HSF1 £ HBV A 56 P 1 9 4 20 P i 26 35 7K OF 5 76 HCC 40 i v i 26 15 HBx I Bl HSF1 = FH HSF1 45 5 M40 il 51
KRIBB11 2 ¥4 it , 32 FH Transwell ;B2 M2 28 5245 R 5258 K F- L8 2 (1 44 (.52 5%, 43 B HSF 1 7F HBx {2 i HCC 41 it 7%
FZZE R (V8 538 1 GEO %04 5 A HCMDB %04 2273 A HSF1 (19 N W A5, I %52 F I8 &5 c—Myb 78 HSF1 4+ 5 HBx fi
HCC R fE R . 4558 - HBx b HSF1 8 1 B /K P10 6 He mRNA 7K F-JoBH G520, HBx il 2 39 5 HSF1 (1948 [ 52 MR
HZRIK s HSF1 78 HBV AHOCHE T 4l 80 R 3258 HSF = 2235 5 R 40 4% R R R TS #H G s HBx i 2235 I B AR #F Huh7
FIMHCCOTH A2 =28 IR A& fe 1 A dh e JE BLiE J7 , M HSF1 @i sk KRIBB11 Ab 2 5 28 ek 55 HBx A2 i HCC 4Hi i
B RRZE ; HSF1 AR IR B AR SC TR [ c—Myb (91K, 78 HSF1 Sd i) HCC 41 Pt ik - Myb R & HBx X HCC 4l LT 78 A2 28
FIFEREVER . 518 : HBx B3 HSF1 & (AR E M kL3 3A  HSF1 _E i o—Myb 78 HBx 2 3F HCC 4NHiE AL PR 78 v & FE T 2L
YRR, 8817 HSF1 AT GEA B T892 HBV AHOGME HCC i g .
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[ Abstract] Objective : To investigate the role of heat shock transcription factor 1(HSF1) in hepatitis B virus X protein (HBx) —driven
migration and invasion of hepatocellular carcinoma (HCC) cells, and to preliminarily explore the mechanism of HSF1 mediating HBx—
driven HCC progression. Methods : 4D label—free quantitative proteomics and Western blot were used to analyze the effect of HBx on
HSF1 expression. HBx was overexpressed in the HCC cell lines Huh7 and MHCC97H , and its impact on the mRNA and protein levels
and stability of HSF1 was assessed by RT-PCR and Western blot. The Cancer Genome Atlas database was used to analyze the expres-
sion of HSF1 in hepatitis B virus (HBV )-associated HCC tissues and its relationship with tumor stage/grade and patient prognosis , and
Western blot was used to measure the expression of HSF1 in HBV-associated HCC tissues. HBx was overexpressed in HCC cells, fol-
lowed by HSF1 knockdown or cell treatment with the HSF1 inhibitor KRIBB11, and Transwell migration and invasion assay , scratch as-
say, and F-actin staining experiment were performed to analyze the role of HSF1 in HBx—driven HCC cell migration and invasion.

GEO and HCMDB datasets were used to identify the downstream target of HSF1, and the role of downstream target c—Myb in HSF1-me-

diated HBx—driven HCC progression. Results: HBx upregulated
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HSF1 protein levels without significantly affecting its mRNA expres-
sion, through enhancing HSF1 protein stability. HSF1 was highly ex-
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Huh7 and MHCC97H cells, while HSF1 knockdown or KRIBB11 treatment significantly attenuated the HBx—driven migration and in-

vasion of HCC. HSF1 promoted the expression of the metastasis—associated protein c=Myb , and ¢—=Myb overexpression in HSF1-knock-

down HCC cells restored the promotive effect of HBx on HCC cell migration and invasion. Conclusion : HBx enhances HSF1 protein

stability to promote its expression. Upregulation of c—=Myb by HSF1 plays a pivotal role in HBx—driven HCC cell migration and inva-

sion. Targeting HSF1 may help to delay the progression of HBV-associated HCC.
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HF 41 B2 9 (hepatocellular carcinoma, HCC) J& 4>
BRI L PN s A RN AE T A v M R 2 — ™
g N A AR UTAEOR BUAR RIS W R
FINEHAIT BOARA —E #  HJ2 HCC B #T AR
PEFAJE (9 5 AFFET-HAT) R 15 40%~60% , 1 5 K
FHJE HCC B E 2 s K™, FErp [ 481k £ Y
B %% 9% 7 (hepatitis B virus, HBV) & 4% ¢ A fy &
HCC &A1) FEBURH R 22—, Horb HBV 4 i iy
M BE X 25 1 (hepatitis B virus X protein , HBx) 7
HCC /Y & Az 5 1 T v J 454 28 00 1 % i A TS
HBx 38 3 25 20 M A5 55 5 A S A0 I 08 200
P2  DNAAB S DA 2 A E P A5 i F2, %F HCC
AR A IE S T RS AR ZR AT R A A
FI™. 5T &, HBx £ HCC 4i g 2E 4 rh & #2300 w)
PR HT, B ] L o 40 ) Ao g ) £ 11 pS3 51
AR A T, T 00 R A O W S T LI 33
PiEEER JHf A AR DL PR T 3 8 16 P S Al R AT
BT A T A 4 R A A P A B (Ca” ) YR E {2 i
A € 2 C, DA Bel-2 K, 300G p38 1 JNK
{55 BA 40 g T Kt , HBx 75 HBV A 5%
PR A R 3 R v A B AR 0 T AR ) O T
SRR JE VR, T HBx 754 1 9 20 it 4 B 1ot A
HROVE A B . HBx F 2@ A S -5
SR AL (epithelial—mesenchymal transition , EMT) {&
PERE 5T 4 J £ AR A0 M R SR R O R
1 B LA SO A M 2R TR B3 D44 S Z b
T BE 5 HCC 20 M A iR 2B FE o RE 0 o 56 T e 40
J e B & HOC oy B A< Y 2 B, i — 20 B i
HBx {2 5% % 9 1 AL, % T & s i ia )y B,
FEIRHCCAE T R HAT 2 L,

PR FEH T 1 (heat shock factor 1, HSF1) & —Fh
W 23R 1Y e SRR, A AE R A0 M b Ak TR AROIR
A 00 A 0 5 5 T N PR R I HSE L U B
77 4 UK 58 H (heat shock protein, HSP) , f£F
R BRRAS  TEMRE A TR AR ZB5F T KA

SR, A Y 2 e 20 At RT3 4 AR
T2 15 AL B I B TS HSF1™Y . BFSE & 3, HSF1 nf
i e #E A A K AT B (transforming growth factor
beta, TGF-B) il C-X-C ¥ #4 L IR FEL iR 12(C-X-
C motif chemokine ligand 12, CXCL12) (SDF-1) [y 3
ik, S EMT 4k, S A RS & | H B AEH &
240 1 S 4 i e A i T B BE 0 S ML 42 2 9 4
MuFE R AR 280 e Ah , HSF1 b A 58 i {2 gk HSP27 Ay
FEFBERR AL UE HCC IR ZE MELR, 1 HSF1
£ HBx 175 3 19 i 4= 28 e B ol 2 v /R I I 9 i
L+ 430U, AR5 EETF 4D Label—free % & 5
1 J5i 20 2% F1 Western blot 73811 & 31 HBx B] {£ #f HSF1
ik, JE— 5 B W T HSF1 7 HBx fi£ #F HCC 40 if
TR R 2 AE, 400 1 #E ) HSF1 2 45 bt
HBx BER , ¥1 22 R 1F T HSF1 4 % HBx fi£ #f HCC
A AR 22 1 7 1B

| HRER®

L1 fRZRAFA 48 e AR siRNA

HARRA N HBV A 412U AR HBV A G 2
BURIE T 5 REERIR A5 — Bt , AWF5E 7 S8 i 8 R EE Y
KA BE2ERFFAC IS 51 S AL IR B (R it S5 - 2024131) .

N8 40 il 5 HCCLM3 14 B &2 B R 2= [t & b Ll B= B
JHEER I 5T T 5 A A0 28 Huh7 W AP R 2 B L I 40 A
JE 5 NP3 40 S 5 MHCCOTH W [ 52 HL R 2% B Jag vl 1l 2 e
R TR T

pcDNA3.1-2xHA-HBx H & H K 2% SR B 2 5t WR b 2
FUHE G T th A S 56 5 KM R A7 s HBV 3R 3k iURE pCHY/
3091, LI 98K 1 HT ) (hepatitis B virus surface antigen,
HBsAg) . & U 5 95 55 2 B i (hepatitis B virus polymerase,
HBp) . CHIF 5 #aR% 0T (hepatitis B core antigen, HBeAg)
A TORL A S AR AF 5 o-Myb S [ 4 A %)
pecDNA3.1 His/Myc ﬁﬁ*ﬁ(lnvitrogen /N7, 25 [H Carlsbad) /7,
I o~Myb i 35 Bk .

£ % HSF1 5 (K (1) 455 5k siRNA JF 81 K2 HSF1, c—Myb .
S100A9 . TSPANS 255 | 497 i It 5t SR} A= Wy B I 03 A7 BR 2> 7]
B S MAE (R 1R12).
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* 1 siHSF1FEF|
519 JFH1(5'~3")
siHSF1 1E X 5% CGGACGUGCAGCUGAUGAA
siHSF1 J 5k UUCAUCAGCUGCACGUCCG
%2 gPCR3|#F%!
519 JFH1(5'~3")
F—B~actin CTCTTCCAGCCTTCCTTCCT
R-B-actin AGCACTGTGTTGGCGTACAG
F-CLIC3 CGGAGGAGGAGAAGCTGA
R-CLIC3 GCCCTCCTGGTTTCTGTTGT
F—c-Myb GCGAAGGAGTTCTAAGGCGA
R-c—Myb CCGGTAGCTGTCCTGTGAAG
F-CRYAB TGGAGAGTGACGACTTCGTC
R-CRYAB TCTGGGTCATCAGCGTACTG
F-DLIA4 GACATCGAGATCGAGACAGG
R-DLIL4 TGCCTCCTCCTTGAGGATTT
F-HSF1 CTACGCCCCTGATGCTGT
R-HSF1 GGGCCTCTCGTCTATGCTC
F-NUPRI GAGGCTTGCATCCTCCTTCT
R-NUPRI TCCAGGCGGTCTTCACTTAC
F-OLRI GCCAGGAAGACCATCATCTG
R-OLRI TGGCATCTGTGAGGTCAATC
F-PLAUR CTACAGCCACCAAGTGCAAA
R-PLAUR GCCAGCCTTGTAGTCAAGTG
F-RICTOR CTGTTGACCTCGTTGGTGAG
R-RICTOR GAGCGACAGCTCATCATCAC
F-S100A9 CCTGTAGGGAAGCTGGAGTC
R-S100A9 GTCCAGGGTCCAGGTTGTTA
F-SLPI GCCTGTGGAAGAAGATCAGC
R-SLPI CCCTTGATGTTGTGCTTGTC
F-SNCG TGGCTTTGCTTGACATTCTG
R-SNCG TGTCCCTTTAGGTTGGCTTG
F-TSPANS CACTGGATCTGCACGTTGAT
R-TSPANS TCTCCTGTGGTAGTCCTGGA
F-UBE2VI TGTGTGCGTGTTGTCCTTTC
R-UBE2VI CAGGGTCTGGAAGTCGAAAG
1.2 XA

DMEM 85 5% 5 [ 55 [5] Sigma 23 7] 3 45 135 W 3 F 6
XA PR A B | 5 5 R R -5 R W F 26 Gibeo 24
F] ; Lipofectamine ™ 3000 %% %% i 1| (Lipo—fectamine ™ 3000
Transfection Reagent) 4 [ 3 [H Invitrogen 23 7] ; BCA 8 1€
I 72 357 W E 3€ [ Thermo 22 ] 5 Cell Counting Kit—8 %
F & [ 26 MCE 2\ &) ; PVDF 0 [ 25 GE A &) k22 k-
YEIE Y ECL W A 7 [ Millipore 28 7 ; 8 wm Transwell /NE |
Sum {228 /NE M [ 16 Corning 23 1) ; 25 i 48 Yk [ 25 [
Sigma 23 & ; HSF1 411 il 57 KRIBB11 Il [ 3% [ MCE 2> & (%%
5 HY-100872) ; CHX ( Cycloheximide ) W4 [ ff[F Selleck 23 7

1245 :S7418) s HSF1 Hi Ak \HA Hudk g [ il = gL P8R
A FRA W) (485 :51034-1-AP . 66006-2-1g) ; GAPDH Hi A g
FL b bl G 0 A B R A B2 R (4895 : TA-08) 5 c~Myb
BRI B 9% [F Abcam /A F) (1545 :ab109127) . DyLight 488

Phalloidin 4 [ 3¢ E CST AR (525 : 129358) ; 514 A 47111
It AR E YR BR A F A .

1.3 7%

1.3.1 4059 Huh7 4088 . MHCCOTH 41 it ¥ X5 3% F
DMEM ¥5 3% (5 10% a4 M5 Al 1% 1 F 5% R) 57T
37 °C.5% CO, AMMER5FRF P .

1.3.2  Ziffuf%E Y 7E Huh7 400 5 \MHCCO7H 41 Jid 5 h it
AT b B siHSF1 %% 4 o O 404 K 19 Huh7 20 i
MHCCO7H 41 ifg 43 51 LA 2x10° A~/FL 3% 10° 4~/FL 1 %% B 32 Fil
F 2L, FE A i Rl A B IR 3 70%~90% B, 51T 4l 4%
Yoo HEHT 30~60 min B TG MM 5 55 3, I #% I8 Lipo-
fectamine™ 3000 %% Y i G U0 PTG L  FE QL 8 b J5 oE
07 e I R

1.3.3  Western blot SE 55 #2 HUAH it 5 46 11 BT, BCA 32460
HEABWRE . B30 pg 198 BT H 10% [ SDS-PAGE 43
B LARIGTE 90 VHFE T #1705 4 8 A B % % 2 PVDE B
o FH 5% BRI\ 2 h 5 i A HSF1(1:7 000) |
HA-HBx(1:3 000) .GAPDH (1:10 000) % —¥i ,4 CMF i
o 52K 1 x TBST Pk WEE Ui, A HRPARIC A 112
o/ (1:5 000) 811 2EHT A TG (1:3 000) 3T, F iR H
2 h; 1 x TBST ¥ 3 WK, K 10 min, ECL 5%, L GAPDH
HHZ

1.3.4 400G S Wb BREF Y Huh7 40 F1 MHCCO7H
A4 LLAEAL 1 x 107420 B 1) 25 B 3P 78 96 LA o, 4
H3ANFLo KRN S AL A 10 L CCK-8 %
W, MEE 2 he Al EEAR TR 450 nm A0 52 W 5% BE (absor-
bance, A ){H o

1.3.5 Transwel iF /1722525 i 8 wm Transwell /N% |
8 wm (RZE/NEIATILLE 43 3K 2x10° 4> Huh7 41 AN 1x10°
A~ MHCCO7H 40 i 15 33 £ JC ML 75 15 35 FL (0 /NVEE N, /Nas A
AT 10% a2 g sk . 5597 20~24 h R HUH ,
% U 2 /NEE 30 min Ji7 45 S ER UL (4 10 min, W PE/DE IR
FEHNFAMIR LS T BAE FHIIRIC SR, BALEI 6 4~ X
WA AT

1.3.6  RIJRSCHE B2 N 90% () Huh7 41 il MHCCO7H
YHH AT 6 FLAR b, 15 40 M NG B IR 1450 P2 A ), 18
JH 200 L TG T B VR i 9 v 1 PR 2= 240 i 3 T o et R A 1
A3 TR 0 h 148 h 7E Incucyte ZOOM 37 2 i A4 A3 v
FA4E 40 M 1 15 51 Tmage] %455 11 % B b A 44k, 5540
lFR 2

1.3.7 F-HIshER AR a8 ALl 3x10*4~/L
2 B R T R R B R L, R 10% s 4 1T
DMEM 35 52 3645 5% 24 ho Fifi)i5 (8 PBS #hise , i 4% £
RHREEEANME . 5 0.1%TritonX-100 Y PBS ¥t ¥ 3 Ik
Ja L 7E 25 R RE G A 1F T 1l R 28 R K (Actin—Tracker Green—
phalloidin) #£ 47 F-actin 4¢ {4 15 min, ff F§ DAPT #F 17 41 g #%
e, (EHBEOGIR A BB R . 1 Tmage X 41 fifd 22
R R HEAT R AT
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14 %itssiE

Gt it 20 M % H Graphpad Prism 9.5 5 {F 347, -4 %
RHAIEL = bRvfE2E (v = ) FOIE R B 2 4150005 LU R FH R
MSTREAS (KG KISk 1 2= 3 A ST R 45 R
F g5 7K I a=0.05

2 & R

2.1 HBx 7T aki# it 3 3% HSF1 & & R A% 2 P38 e & 5k K-
Sy 7 3t — 25 B HBx A 3 HCC 3 2 09 /R ML, A BF
5% F 4D Label—free & 1t 85 [ i 412450 BT T HBx ad ik 41
Mo 5% B A rh ) 22 SRR I, S5 SR R 341 MR A 2
Foak , Horp 4t HBx AbBES ik K LA E A A 201 4
(B TA) , & X 1 I8 K OF 5 9 AT 10 4> 85 1 (B3GNT2,
SYNEL. SIL1. GOLPH3L. IFT122. CEP192, PUDP, LTBR.
HSF1.CLK3) #1735 IF , Western blot 45 5% i 7~ 11 #¢ 3% HBx
J& ,HSF1,CEP192 PUDP % 2K (1 it /K 7 L3, H o HSF1 3%
SRR T 5 W i (/& 1B, 31 H. HSF 1 X 22 Fh Ji 57 1) 28k

BA IR . PR, AT ZH 58 A 3 HSF1 LA gE— 285
HBx {2 #F HCC #F J& i /E AL o BEJS , 75 Huh7 40 i 5 &
MHCCO7H 48 ifl Z vh ik 33k HBx J& 45 I H: HSF1 mRNA J &
H A % 35 K OF , PCR 45 3 W78 i % 35 HBx J§ Huh7 Fl
MHCCO7H 4 i #1 HSF1 mRNA 12 1% 7K T2 B i 28 4k ([
1C) , Western blot 2% 4 i 75 1 3% #5 HBx J5 Huh7 40 Jig 1
MHCCO7H 4tiifs h HSF1 8 H Bt b s (181 1C) o it —25,
CHXAbERLIA , Western blot SZE0 45 S R , HBx 2 ik B B 1%
{IC HSF1 By R % | F2H HBx 2235380 7 HSF1 & [ i fa
HE(E D), BeAh, e Huh7 41 i 3635 HBV Bk pCHY/
3001 FFAI HSF1 25 9 Bk, 25 5 7R HBV 2635 HBV 3
HSF1 8 H 57KSF- 01 87 5 (B 1E) , 7R Huh7 4008 ot ek
HBs HBp HBc Fik Tkt HSF 1 45 F 7K -4 JC A i 50 (%]
1F), X5 R WIE HBV Fk A o, HBx Al figiE i
H5R HSF 1R 1 BB PE R I 3R A /K-
2.2 HSF1 /2 HBV #8% HCC ' & .4

B AT T HSF L A2 I 9 41 80 10 3 38 7K B H 51
PR BB B M M . TCGA Bds 22 73 45 51 7w , HSF

5.0 1 B3GNT2 sI1 HCCLM3 ;\2150_ Huh7 ;&1 5 MHCCO7H
%GOLPHBL HA-HBX b ~ ~
Gz e B3GNT2 [ i )
@ 25 PUDP___|TBR SYNEI -. ’<E 100‘ 2 ]0()_
= I —wsr1 SIL1 [ | =z =
« \ GOLPH3L = 504 = 501
= L I SOLPH3L [ < | B = 50
2 00 7122 [—| 2 £
E e CEP192 [ | Z ol Z ol
x = =
% \ PUDP -- vector HBx vector HBx
SH3GLB2: DHRS1. LTBR -
QL 2.5 \\3 Huh7 MHCC97H
Q LINO- EMAIA\ HSF]  —_— Filiniienniesieiisiliibie
= _l ! . HA-HBX - + - — +
Regulated Type RPF1—Co CLK%EI HSF1| "o o HA I’]I-LI?I(
oUp RS b b
50 e il HA T
oS GAPDH [ | GAPDH W] CAPDH [ S—
0 1000 : 5
ERRBE S o
A. 4D Label—free 5 L3 [ 412 B. L3RG IE10 & C. HBxXfHSFI mRNA %
BHEESu v FIEHOLIWB E VKRR
Huh7 150** .
vector HBx = Lo ¥{]§x ’
CHXhs 0 4 § 12 0 4 12 ﬁ oy
HSFI[ o s 5 o o o— 50
19}
GAPDH| s s S SHED SSi> Sumw S s | =
MHCC97H
2 1507 - vector
vector HBx & 1004 ~ HBx
CHXhrs 0 4 8§ 12 0 4 8 12 fm
= 50
HSFI[ - — s p— 7
, ———- "
GAPDH| s qus S e e eums e e | R —
CHX(h)
D. HBxXFHSF1#E (e R 2
Huh7 Huh7 Huh7 Huh7
pCH93001 — — 4+ HBP HBC HBS

E. HBVXTHSF 125 [ 7K F- 150

-
Hsr1 [ o———

Flag
GapDH | e— — |

rsr1 [ - |
Hp [ -
GarpH | D |

E 1

T
s [

Fag | W orp[ ]
GAPDH (S e—|

F. HBP, HBC. HBSX}HSF1ZE [1/K5- 520
HBx R i# HSF1 E B RIAFIEEERE N

-+
sy [N -
GAPDH [ - —
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TE HCC 44U 3 2634 (181 2A) , HSF1 & #2355 g 19 7310
(E2B) 4 (E20) K KB HiUE (B 2D) 5 1E M 56, #R
HSF1 & HCCH#E R M R 2 . dF—25 I8 T 10 4] HBV £
KRS 2 T 10 1 9E HBV AHIC T 414, Western blot £l
5L R, HSF1 78 HBV A5G R 414U i 8 1 KOF i 2
T HBV A G 44 (181 2E, P<0.001) . X %5,
HBV B YL fE % 54 i HCC 4140 T HSF1 A 2235 7K, HSF1 36
IR INAT g — D N E HCC #E e
2.3 HSFIZURH, 33 HBx * HCC 48 it el i 45 e f2 2 8k
PE—35 BP9 T HSF1 76 HBx {2 #F HCC ZE B AY 1 .
B S AE Huh=7 1 MHCCO7H 40 it % J¢ T HBx 235 JFURL Al
#1115 HSF1 B9 siRNA , Western blot B1IE T HBx it 32 ik 50K Fl
HSF1 (9 sk ke (81 3A) o FEUGHERN -, 38 FH A0 i B AR e £,
S, 5 0 B AT FE , HBx 2635 B 38 HC.C 4n i £ 2
TE 1 Blcd , T ] B s HSF 1 B @i/ T 3635 HBx ¥ HCC
A £ SR (P 3B, P<0.001) 5 RITRSZ 2 BH |, 5 % i 28 A1

150+ P<0.001 .
1254 —l—
2 1001 5
Z |
*ﬁi 757 i
7
T 504
254
—— |
0 Normal Primary tumor
(n=50) (n=371)

A. TCGARFAMMI SRR S HHSF1 mRNA RS

175 P<0.001 P<0.001 P<0.001
1507 p<o.001 T
g 125 T i
3 100 T | |
&K T { i
5 757 T I
=z |
50 — |
. 1
257 i
- | L 1
Normal Gradel — Grade2 Grade3  Graded
(n=50) (n=54) (n=173) (n=118) (n=12)
C. TCGA T4 B g HHSF 13635k - SR B J i
HCC HBV-HCC

L, HBx F A3 48 T HCC 4N i /Y R 4 RE ), [8) B st
HSF1 9855 1 2235 HBx JH-J 40 i i R A& fig g (& 3¢, P<
0.001) ; Transwell SZ56 25 B, 5% BEZH A L , HBx 2538
58T HCC 41 (3 B A2 2868 1 , IRl i wi ) HSF 19855 T 2%
ik HBx (1) HCC 4 {1274 Fi= 28 6e 1 (1€ 3D, P<0.001) . 3%
G325 2 W] HSF el ] 4 990 55 HBx X HCC 4 Jfa iT- 7%
1R2ERE S AR R o
2.4 HSFI#7%] 5 8% 43 HBx *F HCC 48 JoL ) T # Fo 2 2 58
KRIBB11 42— Ff#lL [i] HSF1 {9743 F 3 il 570 , 15 5 %
Huh-7 1 MHCCO7H 4t g FHAS [R1 3k B ) KRIBB11 b3, 3 3f
CCK8 5246 T KRIBB11 A 40 i 2544 , 45 4 /% KRIBBI11
1€ Huh=7 2 i 1 1 CCS50 {4 8.59 wmol/L, 7 MHCCO7H 4
Ji 7 9 CCS0 BN 13.96 mol/L (181 4A) . 445 , 76 Huh—7 F1
MHCCO7H 44 Jfd v 5% ¢ 7 HBx 3 1k i #i IF ] 4 pmol/L
KRIBB11 4L JRAN I , Western blot #0721 g i HSF1 1 HBx
2R KT (B 4B ) 5 200 B R g 0 S50 0 L 30, 55 %60 1R

150 P<0.001  P<0.001 P=0.011
; ~P<0.001 ' '
125+ T T
100 | | T
| |
75 i i
| e
== ] L
Normal ~ Stagel — Stage2 Stage3 Staged
(n=50) (n=168) (n=84) (n=82) (n=6)

B. TCGAF4H s S48 Hh HSF 132 3% 7K S 5 IR AN X 2

Strata =+level=High-+ level=Low

HBV-HCC

HSF1 |

— e —— ]

CAPDHI oD e oo = oo O o = e &P |

1.00
s 075
M 050
H..,
E 0.25
o
0.00 1, . . . )
0 2.5 5 7.5 10
]
level=High |205 54 3 0
level=Low |213 74 8 1
0 25 5 =3 10
i i)
D. TCGANT 4 £tak R HSF19 TS 204
2.0
a
'S 1.54
E
P 1.0
_1%
== al
g 0.5
0.0-
HCC HBV-HCC

E. HBVAHEHCCH L K AFHBVAIJEHCCA A R HSF17E [ 3%

i :a, 5 HCC M LA, P=0.017

E2 HSF17ZEHBV#EXHCCHERZX
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